THE DISORDER known as Wegener's granulomatosis (Klinger, 1931; Wegener, 1939) has certain features akin to polyarteritis nodosa and may be one manifestation of this disease, with its wide spectrum of presenting clinical abnormalities. The diagnostic triad of Wegener's granuomatosis comprises necrotizing granulomata of the respiratory tract, generalized vasculitis and glomerulitis (Godman & Churg, 1954) . Typically, a middle-aged man presents with a destructive, ulcerated granuloma in the nasal air-passages and later develops similar lesions in the lower airways and lung parenchyma; renal abnormalities usually develop and death from uraemia is common. Systemic arteritis may involve the nervous system, most commonly producing a peripheral neuropathy of the 'mononeuritis multiplex' variety (Drachman, 1963; Stern, Hoffbrand & Urich, 1965) , and skeletal muscular wasting may be secondary to this, to disuse atrophy, or to necrotizing myopathy (Stern et al., 1965) . The prognosis is poor: death frequently occurs in a few months (Walton, 1958) , though survival for several years has been described (Fahey et al., 1954; Evans & Halley, 1963 
Investigations
Hb, 12-3 g/100 ml; WBC, 12,600/mm3 (88% neutrophils; 6% lymphocytes; 5% mononuclears; 1% eosinophils); ESR, 50 mm (Wintrobe) on admission falling to normal during his period of relative 'remission'. Blood urea was 47-55 mg/100 ml throughout the time he was under our observation, rising terminally to 126 mg/100 ml. Serum electrolytes, including calcium and phosphate, were normal. Serum albumin, 2-5 g/100 ml; globulin, 3-6 g/100 ml; electrophoresis showed an increase In a2 and y-globulins. During his months of 'remission' the serum albumin rose to 3-6 g/100 ml. Serum cholesterol, 190 mg/100 ml; bilirubin, 0-5 mg/100 ml; thymol turbidity, 2-7 units; alkaline phosphatase, 8-0 units/100 ml; aldolase, 14 units; glutamic oxaloacetic and pyruvate transaminases were 6 and 16 units/ml respectively. Antistreptolysin '0' titre was 50 Todd units. LE cells were not found, anti-nuclear factor was not detected and sheep cell agglutination test was negative. WR negative. Urinary protein loss varied but was always less than 0-5 g/24 hr and no abnormality was found on microscopy of the urine.
A chest radiograph showed numerous patchy opacities in the lower zones of both lungs and slight cardiomegaly. The right maxillary antrum was seen to be opaque on an X-ray of the skull. (Fig. 1) . This was done because for some time there was debate whether his raised venous pressure and oedema were in part due to hypoalbuminaemia (2-5 g /100 ml) and consequent 427 hypervolaemia (from presumed secondary aldosteronism) or were entirely manifestations of congestive cardiac failure. Progression of his illness resolved any uncertainty on this point because the low serum albumin returned to normal (3-6 g/100 ml), yet the signs of heart failure persisted and latterly became very gross. The (Sharpey-Shafer, 1955) . This patient was undoubtedly in heart failure yet the pulse pressure fell considerably during the period of raised intrathoracic pressure (see Fig. 1 
